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7 7 3 PR (FCREW:) &, 7 Vvs T
Y'Y+ v rukA7 7 3 FHREE (FC )
DB ALY, FCRELEE, BHREDODH L
CLL B #H DK R %2 s 3 5 EE G R
THBHIEIIRENTZ, EHIZ, NCCN D HA
K< A > (2015, Version 2) TiZ, Del(11q) &
A\ ik Del(17q) = b 7% v CLL TO 1 KiA
B LS - BRI CLL IS 3 A HL Y
A%, Del(llq) & % \2id Del(17q) # ¥
BaOHEREL U X (K6,7) ZIRRLTBHY,



FEREIEAL s MO 7R TR

HARTEEEN TV WEHOL I X 3 5
OO, HRTHLINSLDH A FIA4 A|ZHED
THEEIMTON TV 5,

726 Del(1lq) &5\ Del(17q) %D W
CLL @ 1 WifEHEZEL 2 2 » (NCCN,
Verson2, 2015)

OO0 EF 72132 70 KM CEE R AIHEN D
L6

1. Obinutuzumab+ 7 05 > 7V (731 —
1)

Ofatimumab+ 7 125 >~ 7 ¥ )V
VFRIITHoa T T VN
NV NAF 205 T V)
Obinutuzumab (7% 7 =) — 2b)
INVTITErE) XIS
sy 7N (53— 2b)
Vo= T7 (h7a)—3)
77 Fvery (739 —3)

© ® NS g

OER R EPHRED %\ 70 AWM O &
(SR bH#95)
1. FCRR (7 V¥ I+ 207+ A77 3
F+1)wFT=<7)
2. FR (7 V¥ +)vFo<7)
3. PCR (RVMNAFZF o+ 70T+ AT 73
F+1)vFo=7)
4. RYFAAF YU FI<T)

(5) ML

ML 2 iZ KB L T Hodgkin ') > /S JiE & JF
Hodgkin V) > /SHEDSH V), FEHERFERSE L 2,
Hodgkin ') > 7SfEI21X ABVD ##: (F¥vor e
VY, BEYTIATFY, TLEARAT Y, FA
WNT V) VLN, 5EEEFERNT0~
80% TH 5o

—7J7, Ik Hodgkin V > 73 Tlx R-CHOP %
)y FRywT, vrukA 77 IR, F¥
IV CryZYAFy, TLF=ZvTY)
HHEHEIEIE T, 60~80% DIEGIH LML 72 1),
2 45 DR E R % ke L 720 Tl B A I A
ENb, CD20 I $5E /) 7 0 —F VHUET
H5HY) Y Xy~ 7EALENIX, CHOPJEETH
BHIThbNTW2d, Uy F < 7R 12
£ 0 5AEAETENH 20% I 1L 72,

2008 F AR O & B Mg ) > /X 12k
T 5 SR RREAS T VBT FUud
g (Fs: Bv71)0®) 0k, Uy
EREEIZBMIILD CD20 3 7% 4 — 7 v M
L 72 PURBAFI T, ikl 4 v FY w490 &
) gt E E A S8, B EAL T
B B 5 2 EAufEE o/ )V F

#7 Del(1lq) &2\ id Del(17q) % b 2 WIGFIPUE - 7938 CLL#E3E L 2 x » (NCCN, Verson2, 2015)

< ZQ AL F 7213 70 R CIEE L S IHEN D 53

A
1. Tburitinib (77 T — 1)
2. Idelasitib £V Y ¥ <7
3. SR bRk
- & FCR
- fX & PCR
TR NAF )Y XTRT
CEAEEAFVTL F=vur (HDMP)
+)VFUT
SR T IOT TV
Ofatimumab
Obinutuzumab
lenalidomide = ') Y ¥ <7
TVAYART ) I F 37T
dosedense V) V¥~ 7 (H5 T — 2b)

® N> o

OERBAEBHED %2\ 70 AT OB A
1. Iburitinib (7T —1)
2. Idelasitib =)V ¥ <7
3. R bR
- FCR
- PCR
CRUTANATF )Y F T
IV FTE L+ T LAY ART
-RCHOP (VY ¥ v <7, Y /ua74+A77
SN, TRUTRATY, BT AF

~)

“OFAR (X ¥ ) 7552, JVFITE,
YESEY, UVFRYIT)

- Ofatimumab

+ Obinutuzumab

- lenalidomide =) YV ¥ <7
CTVAVART )V F YT
-HDMP+ V) V& <7
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VT OB TIE, CR (BaRw) *
Y7 ) r30% 2 LT Y F LT T 16%,
ERNERELT 7Y Y 80% I LT Y F
Y7 56% LT 7))y OBMENIR SN2,
IR IEM TR ITCEEZR D 2 EhbRon
TEBERE T LR L T 5Nk n T & hvEE
HTH5b,

512, PLCCR4 & MELE/ 7 10— F L Pk
THBHENLY TR THEN T ML I,
FAYPE T MR >~ X EB L O RE T Mg ~
NHELZ, 55 2 AR CD20 Ptk CTH L+ 7 7
Y A T HY 2013 4R IC KRR S L7z, CD30 L2kt
TLPMEETHLET 7)) 00, FES - HE
% CD30 Bt Hodgkin 1) > 7 SHE & SR L RIAHI
Ja1) v SPEICR L C 2014 SEICARGE S L7z,

(6) MM
MM I E B A A AAL L CEE IZHEhE L,
FREW 7 & OlifgnR, ERR MR O
PREZRE L, Be RERZTI SR THRET
HbH. HRTHO MM DIRFEFRIZAILD 10 HAD
720 2 NIRRT, BRSO 1%, & MgsEss
D10% % 58 T % o FHAEAEHG L 60 MefCATE —
THY), WEEIIRDIZONTEL 25D,
40 FEATOFIEIL 1% BE L ST b, flix
DEPEEXFTLHEMEICEEET L0
(2, b sk MM I & 2 DS
BER AN\ RSITRT LI ITHIIC L -
TIXHEHR 2 FAE T, w2 o A Cki
X RAGED D) (HEEGEESHE), wb
% CRAB (C: & Calfiifi, R: BFE A: &I,
B: HIRE) &) GE R EmEEEHE S LC
RO R E T 5o HAREREIERIZES (2008 4F)

HIRIE L 721 TUE, 65 UL T TRMSM: %
72 3B A 3L F RO RIS K= BIE 2 AT
W, B O MR RARC X 268179 (2
X DA OIEESHF T2 50T, K
T3 > THREFABHED 2 WA TS ) o
66 L B F 7o 3B AR e S AR
W OILFEREEAT ) o BALEISEZ 0T 5
B AR L L CUd, TR TR I RR S I,
HORELRMREPHONL RNV T VI TER L
VAV ENRT, VAD (¥ 7Y RAFY, TK
VT, TRBRAGFYY) EEDEIRS NG
W, ANT T T EELLYAVIITDRVO
B Td b, BALMEIED % WA,
MP (A7 75>, FLRZvay) ik
ruxkA7 73N (CPM) #ik 2°d 0,
5 - HERTETIEY L FRL 79 3 Fofkhsh
b b,

Iy A7 7% 95% Ll o> MM il b 12 fF
5% /87 TdhbSLAMF7 (¥ 7 F VAE
Y EMALS T 7 7 2 ) = 7) I A
KT, ZOSLAMF7 L4EATAHZ EI2L DT
AR T 5, 72, FFa2IVFT—
M FM I b SLMAF7 "FEfE L CH Y, To
VARTPVREET D EFF 25T T Ml
WHALL, DPAZHEST L L0 20D AH =
A LX) MM AR ESE S R R~ d . H
KT, REED MM 1251 % Elotuzumab/ L
FU K3 F/MEHET S X5 v RGO
A% GG S S BB ETRCh b F T,
PSS - HERME AR Y v ) v ONERE
(n=23) 1Zxf L, PD-1&EF = v 7KL~ b
EEO=RLV= T (E%: +7Y-K) %
FHIS % 55 1b AHERPREBARS R 25 2014 4R 125632

#8 EBEHET X 77 0—7 (IMWG) X 2 EEwR 5%

HEHE AR e E
Stage I B2MG <3.5 mg/dl %*> Alb>3.5 g/dl 62 7 H
Stage IT ITHI T RWIGHE 45 7 H
Stage III B2MG >5.5 mg/dl 29 7 H




FEREIEAL s MO 7R TR

ENTe FOREST% n=20) DEWYHRL
13% (n=3) DIRBZE &) BWILEE R R
BELNTWABY,

(7) MPN

MPN (X CML # W CZEDJEFIZE S <A
HCdH - 72h%, 2005 FEIZEMELINE (PV), &K
REPEIMARRRUMAE (ET) , JESSPE45 BiARHEE (PMF)
@ 3 # 5 C Janus Kinase2 (JAK2) #fn T4 %
WHERAIN, ZOHROBNTTIE, PV Tid 9%
ULEEFIZERHEENSH DD ET & PMF T
FHREBEOEMC L2 REB SN o720
MPN (2 BORET X CEHHAL ) A5 DT
3w EBHLNIEI N, SHIZMPN T
& myeloproliferative leukemia virus oncogene
(MPL) #fzTZ8 G WG SN2 wyg
NOBIETERZFDO R VEGDELEL TV
720

—7%, CARL &, /Matkosn+ v~xua T
HHLANVLTF LX) vEa— T LEETT
»HY, ZER CALR % #{nFE A L 72/ fa ik
TL STATS 2SI L S L. A b A4 VIR
FYEDMIBBETE A U B 2 E Db h o> T b,
Klampfl 5% (% 96 %> MPN #% @ CALR &
(- OYE IR # R~/ & 2 A, CALR #EiET
EROMEERIZ, PV (382 1) TiX 0%, ET (311

%) Tld 25%, PMF (203 f5l) Tlx35% C&H -
o2 & B L7 CALRZ %L, JAK2 &
RMPLERLEHT LI L1374, JAK2 B
LOMPLZE®E & 4 EVEDET TIiL67% 12,
PMF T (% 88% |2 CALRZ % 25385 & L 72,
CALR Z % PERIL JAK2 28 55 LB 12 b _ T
MAEIED ) A7 D&, EFRIEE W, DEbo
ZEh 5, MPN O 8E A5 9 HOERIL
NHO 3 ODBILTEROEFEL > THWHE
RO I TRENETH LV F V) F =7 (7
& Y x T E®) dJAKL B & OV JAK2 12w
ERMED D 5 JAK FHEH6S ¢ ok %
LMZFT D L7z COMFORT-I 3 & U8 COMFORT-
I EEER 7 = — X 330 okETiE, IV
FV)FZTORGT, ARICERGMEESRS
OPIEORINB LTI bREEL LR L T, &
BEARMEIE \ZPE D BRRIEIR 2 B3 5 2 & AR
SNTWwi,

4. RBRBPODFIENE

(1) 2MAMmEAML, ALL

CD33 % = %) & 9 % Vadostuximab Talirine
(Vt) %, APL %K< 18 #~65 i D% AML
W 7+3FEICVE R L72& 25, CR2Y9
P ET, 9 H13128% T (MRD minimal

£9 B O5TEEE— AML —

3L 44 ISES i BHL Y A v GIES iy (57
Vadostuximab | RIGH D 18~65 7 D | Ib | 7+3 EAHFE +Vt: day 1,4 CRe 7% 94% CD33
Talirine (Vt)* | APL Fi< 42 A 10 pg/kg 7> SO T4 12 | 209 B 78%

#SMRD (—)

Vadostuximab | S WHEZ £ E 2\ 6 | 1 | Azacitadine 75 mg/m* X7 H ¥ 72 | 73% T CR+Cri CD33
Talirine (Vt)? | SRiGH# D 60 Ll E o 13 Decitabine 20 mg/m® IVx5 H | KIGA3% - 7-

49 N (9B 75K E [ + Vt 10 pg/kg IV day4 x 4 4 | 50% %S MRD (—)

A326 N)
Venetoclax G E L E 2w | V| VEN600~800mg 1 H 11 (II T | 54% T CR+CRi Bcl-2
(VEN)® 65 ik LL b oo KB R 1% 600 mg) +LDAC (20 mg/m? 10

%61 A H < 4 1)

AML : acute myelogenous leukemia, CRc: CR +CR with incomplete hematologic recovery, Cri : CR with incom-
plete hematologic recovery, MRD : minimal residual disease, LDAC : low-dose cytarabine, 7+3 3 A% : cyta-
rabine 100 mg/m?*day 7 H [#]+daunorubicin 60 mg/m?*day 3 H % 4 %454k 1) K5
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F10 BEF OS5 TIENSHE— ALL —

K% JIE H HEL Y X Y FIES B (5F)
Ponatinib 18 A LA A 5% Ph | I | Hyper-CVAD+PON 30 mg % 14 H | CRCCyR : 100%, | BCR-ABL
(PON)® ik ALL 58 A [ (2C LIz 2~8 H) & MTX+ | CMR: 79%

Ara-c+PON % ZZ#: T 4C
Inotuzumab 60 & LL o> oRkiA9% Ph | 1, 11| MINI HCVD+INO (INO 12 6 A H | ORR: 98% CD22
Ozogamlcm F& 14 B i BIAAH 2 ALL ¥ T 1L3mgm’ 7~34 A I 1.8 | Cytogenetic
(INO)?¥ 47 N mg/m?, 35 A H LLEE 13 1.3 mg/m? | CR: 100%
T 4C), % @ % MINI HCVD b
MTX+Ara-C %8 % T4 2C, &t
4C)
Blinatumomab® | 18 % L L. o> F %¢ - # | 1II | Blinatumomab 1C HiZ 9 ng/day, | OS, HRQoL ® CD3, 19
WG Ph B B i B Z D14 28 ng/day T 4 H i TG, | UGk
i ALL 405 A Hb [ ® C 14 28 pg/day T 4 8
Ho TNEWZER AR L 721HE
% M

ALL : acute lymphoblastic leukemia, C : Cycle, CMR : complete molecular response, CCyR : complete cytoge-
netic response, CyR : cytogenetic response, hyper-CVAD : hyperfractionated cyclophosphamide, vincristine,

doxorubicin, dexamethasone, MMR : major molecular response, Ph : Philadelphia chromosome.

Mini-HCVD :

cyclophosphamide (150 mg/m®x 6), dexamethasone (20 mg), methotrexate (250 mg/m?), cytarabine (0.5 g/m? X
4), ORR : overall response rate, HRQoL : health-related quality of life

residual diseases, /INEAFEZ) HSaMEe %o
Too F72, WO GEETLET V65 E (B
FFS L) OREHFEAML 49 N2, T
P FIrhbnNETIIE Y +VE RS L,
73% T CR 56720 & 512 bel-2 =B &
9 % Venetovclax (VEN) %, WG HE % i
L7265k oo AML (2K L TR & F o
T+ A F‘é: RIS LA, 1BIRYHT
CRICEWVHIREZRD TV D (F£9),

ALL T, RIGHE O Ph b % ALL 12 % L,
BCR-ABL % 11y & 9~ % Ponatinib (PON) %,
HyperCVAD +PON & MTX + Ara-C +PON @ L
TAYTRANFEGLZEZ A, 80% T CMR
BELNZCD2% Y —F v FET D
Inotuzumab Ozogamicin (INO) % {5 % Ph [&
4 B-ALL |12 X = HCVD % 17\, £B1 CHli®E
RFWEREZHTND, $512, CD3 & CD19
% % 1219 & 9 % Blnatumobmab % F%€ - i
4 Ph F&14% ALL 405 BL2xt L5522y L 7%
MHEHFEG L7225, 0S & QOL O EDNR
bh7z (£10).

(2) CML

H 3L D V) X E ber-abl [HEZTH 5
ABL001X2101 %, 472 &b 220 Lo TKI
ER) T - 72 CML & PhFE ALL @ 23 AL
NFZT, FYF2ThLnEuTF =Tk
BEH L, 6 2°HT80% ®» CCyR & 12H»HHT
37.5% ® MMR »3 ¢ 517z (F11),

(3) MDS (%12)

OPN-305 (% Toll-like receptoer-2 (TLR2) %
B E$5E 70— FVHURT, THIFT
YRFUYEVIIARIBTH 7215 AD MDS
WZxf L, #50% TREXEHY, 2 A\OBEET
B IMAKIEARAE & 72 5 720 5 1) A2 MDS IZxF§
LS TRENEEE 2B Tld, mIDH2
5 X7 %y —7% v § & F % Enasidenib % 1
H 100 mg DFFLH% 512 X 0 LH RIS S
nN<Twb, 72 P-1%EWET 2
Nivolumab % M= L T#Hx5- L& 25, 39 A
18 AT L1AER L RHEMEHRT CTh L LIt S
7z (#£12),
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F11 G O TN SHE— CML —

S 44 e # LAY R i (7

ABL001X2101% | 4% ¢ £ % 22 Ll E | 1 | Dose Escalation : ABLOOL #% 11 | 6 #*H T CCyR % | BCR-ABL
O TKI 2 EF) T dh o H 2 [l % 10, 20, 40, 80, 150, 200 | 80%, 12 »* H T
72, IRTORM o mg & 5 4 |28+ (nilotinib, ima- | MMR 7% 37.5%
CML & Ph+ALL ¥ tinib ¥ 721 dasatinib & PFFH#%5)
123 A Doselillixpansion: ABLO01 #% 1 1
H 2

CML: 20, 40 mg
T315I+CML : 150 mg

CML : chronic myelogenous leukemia, MMR : major molecular response, CCyR : complete cytogenetic response,
Ph+ : Philadelphia chromosome positive, TKI : tyrosine kinase innhibitor

# 12 wEh O FREEEHE—MDS —
FF % R il HHL YA Y PIES By (0F)

OPN-305%" | HMA A~ @ INT-1 | VII | 5 mg/kg, 4 B, K9+ 4 2~ |12 A6 AT | 584t MU antag-
VA7 D15 AND VT, B 72 W Ui azacitidine | 7 5 19 7 BCJE & | onisticlgG4 kappa
MDS Bt D, 9 % 2 A |monoclonalanti-
(17%) & JE I | body to TLR2
A7 (Tolllike recep-
toer-2)

]?nasiden%t;g) YU AZ MDS16 A | I | 100 mg/ HAEIT, 28 H¥- 1 7V | 50% CTRIS&H Y | mIDH2 protein
AG-221

Nivolumab | #5122 MDS39 A | II | - cohort #1: Nivo 3 mg/kg % 1, | i& Bk B 44 #2 1 4F | PD-1

(Nivo)*”’ I5HC28 AL T 18 AHT G R
- cohort #2: Ipi 3 mg/kg iv & 1| e
HHET21 0

- cohort #3: Nivo 3 mg/kg iv 55
1& 15 H+Ipi 3mgkgiv 45 1 H
T28 HiFo 6914 7 VTG
T4 Azaciitidine %5

- cohort #4 : Nivo 3 mg/kg iv 25
6m 20 H

- cohort #5 : Ipi 3mg/kg iv % 6
H

- cohort #6 : Nivo 3 mg/kg iv 55
6, 20+Ipi 3 mg/kgiv & 6 H

Ipilimumab | &Y A2 MDS39 A | I | [{. 1 G BB 46 ?(ﬁ 14 | CTLA-4
(Ipi)® T 18 NS5
gl
(4) CLL alemutuzumabd TOHEBOME % K 14 1IZR L

2015 4F20 5 2016 122013 T, CLLIZAKRR S 720 WINOFEH L, HH D 5\ IZBEF O FEH
723 % 32 13 127”9, PI3K inhibitor T& % EOPFHIZBCT, 2% ) DRBHRIRD S
Idelalisib [FZEEDORBEAFEE L 72720k L TB ) SHOF LT — 7 s b 72
1L Td %A%, Acalabutinib, 3 & UF Venetoclax 5o
W H AT FZRE SN TR
Obinutuzumab (Eah % : 7 — ¥ 7°) 1% 2013 (5) ML (% 15)
fEIZHAFR E 720 Venetoclax, Iburitinib 38 & O CD20 # 2y & 3 % obinutuzumab % FiHHE D



UNEES NS e Y

13 CLL (I3 9 % 20 F 1A

554 5

HH L JH N B (1)

Idelalisib HERRIEH (eI IE) PI3K inhibitor

Iburitinib CLL/SLL IZAF L USA £ EUTT HATYH RR® CLL & | BTK inhibitor

Pmmta: A L7 Ved | K2 MCL THKZ

Acalabutinib R/RCLL IZE%) BTK inhibitor

Venetoclax R/R C USA %2 R/R T EU &F2. BCL-2 inhibitor

Obinutuzumab CD20
HESHCL 2R ¥ 4 711 Pt CD20
E/ 7 u—F VPR

Ofatumumab R/R T USA %2 CD20

Ofatuzumab+FC 7% R/R T2

SLL : small lymphocytic lymphoma, R/R : relapsed/refractory, FC : fludarabin, cyclophosphamide, MCL : mantle

cell lymphoma

# 14 BEET O TEEEE— CLL —

)4 JIE H BEL Y A Y IES By (0 F)
Venetoclax®” 49 NOFE5E - #EiGTE | Ib | venetoclax (200~600mg/ H) | 51% 4% 5¢ & K&, | BCL-2
CLL & SLL +rituximab (H 1[]) T6 4 | 89% 2 KIs % 7R L,
A5 80% T PFS 7% 2 4¢
Pk
ibrutinib®” 94 A CLL/SLL ¢, 9 | T | ibrutinib420 mg/ H His & i B % 91%, | BTK inhibitor
A [l 08 27 A, S - HEETE R
5 - HEGMEAT 67 A T 94% [UKd Y o
alemtuzumab® | CLL207 C MRD (+) | II | #1[f & |2 alemtuzumab % F | 38% T MRD ( — ) | CD52
B W, A3 MW, 6 AN E ), BAEETER
7% 89%.

SLL (small lymphocytic lymphoma), PFS : progression free survival, MRD :

minimal residual disease

# 15 BT O FERE— ML —
R JIE AH HEEL DAY FIES By (50 F)
Obinutuzumab® | A& i fa 1 V) > 2% | I | rituximab+chemotherapy | ORR: obinutuzumab CD20
fif 1,202 A\ & MZL 199 & obinutuzumab + chemo- | group 7° 88.5%, Ritux-
A therapy % ¥ imab group 7% 86.9%.
CRZ: 23.8% & 19.5%
PR #*: 69.1% & 63.1%
Brentuximab ASCT #I2#473 % 1) | III | brentuximab vedotin ¥ 721% | PFS: Brentuximab 7% CD30
vedotin® A7 DSE 329 N placebo & o [L#x 43 7 A, placebo 7% 24
7Ho
anti-CD19 P58 - G4 DLBCL | I | KTE-C19 ORR: 76% (historical CD19
chimeric antigen | 51 A control 20%. CRs : 47%
receptor (CAR) PRs: 29%
Teell®

MZL : marginal zone lymphoma, ORR : overall response rate, CR : complete remission, PR : partial remission,
ASCT : Autologous Stem Cell Transplantation, PFS : progression free survival, DLBCL : diffuse larage B-cell
lymphoma, PMBCL : primary mediastinal B-cell lymphoma, FL : follicular lymphoma, KTE-C19: anti-CD19
chimeric antigen receptor (CAR) T-cell therapy
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#16 BB O TREESE— MM —

$EH) 4 JIE # HEL Y A Y e B ()
Daratumumab® | F£5¢ - #{& MM | Ib | (Part 1) DARA 1,200 mg and | ORR (&S55K) 27%, CD38
41 1,800 mg SC, DARA-PH20 4 38 | 2 51 C PR
A7V, 108 HM, M2
[ C 16 # M Z > %34 4 1] DIV
(part 2) DARA-PH20 fz TiE %
7213 DARA (16 mg/kg) o
Selinexor™” TIEIIHIFIKPTo | 1T | £% [ selinexor 80 mg, 28 H 4 | ORR (=PR)) 21%, XPO1
48 A MM & +¥T & dexamethasone (dex) 20mg | 9 % 5% %% VGPR
CD 38 & #:%) 72 31 3 2 (1]
AND MM
Venetoclax® 5 - BB MEMM | 1| VEN BT 300, 600, 900, 1,200 | ORR 75 21%, VGPR BCL-2
60 A mgo 75 2 13
BRI >~ /30E 1,202 A & marginal zone ' ¥ (7) MPN (F¥17)

JXJE B 122 AI2xF L, obinutuzumab+c {65
FEIE & rituximab+ LR EICIR D 401 TS
L72& 2%, ORRIZZENZEI88.5% & 86.9%
TH o775 CRZE, PRZFE L |2 Obinutuzumab
B2 BRI Tdh o720 ASCT HOFHED)
A 7 DSEE 329 A2 brentuximab vedotin H )
2 5-% 17\ placebo & ML L 7216 ERTlL, PFS
73 Brentuximab T 43 7 A, placebo %% 24 7* H
T&H ), Brentuximab OHFIENR SNz £
7z, CD19 & THIBIZ 729 5 F X T HR
(CAR-T) %, 43 - #if1ko DLBCL 51 A2
BH5 12k, ORRAP76% (=2~ b o — v
20%), CR % 47%, PR H529% &\~ BifED %
N7z,

(6) MM (% 16)

CD38 %# ¥ — /v I &9 % Daratumumab %
5 - HEWRTEMM 41 NcHR G L, &RIEE
ORR 7326%, PR 232 65 T 5 72 XPO1 A% —
7y hTd % Selenexor % 4 THAH O R ENHISE
AR O MM BE 48 N&, TNz TH
CD38 HLfhiZ b Bt L 72 20 o 72 MM 3% 31 A
124} L dexamethasone & I CH5- L7z & 2
%, ORR 7% 21%, VGPR %°5% Td -7z, F7z,
BCL-2 2% ) Td % Venetoclax % H.Jl T % 5-
L, ORR21% TPR 2 2HITH»7z0

MF {3 1 DA S KD 7 WG D3 70 2 o 72908,
JAK2 [ %35 C & % Ruxolitinib (RUX) A F
END Lo T, WRIEDH/ NIRRT
ERDLBIDIEZDOOH L, WHTOMETI, 41
AN®D MF 128 L RUX 15mg O 512 & 0 3
B OBEFTIMIEAT2 50 1 LUFICHE/ L, S
R E+8 X Del (20q) 25H K L7z #HLw
JAK2 [H#E3ETd % Sotatercept 17 7 F ¥ 5
HREENE T LD, MF17 NI TiEL7z &
AR 4 O BE TEIMOUEEH B 1) i IR
Felolz,

5. 8 b 1) I(C

AR, MR 2T L, R OPIATA S
DR NIZ, FIEIHIEERE ) 7 o —F VUK
Hh LR T 2 EEPET LoD L, O
HAEE LT, HERZENEIEE IRV K
BIEO) A7 T 5 HIE, AEHRORE
WE HIET720TH L L B STV 5 ER,
APL DEHETIE LT/ 4 FLH BRI T,
SFTCOPRDPAZEICL LBRBFEELEDL SR
EEDREPELNT Vb,

—7F, 201541 HIZ7 A # 25 Precision
Medicine (FFZEH) &) BEEHPR S N7,
M, FER D Personalized Medicine (fE B4k
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217 GEP OS5 TR SE— MPN —

) £, FOER H BRLY AV FIES iy (1)
Ruxolitinib MF 63 A VI | - /MR <2 5 D84, RUX 15| CCR3 A (+8, 1 A, del | JAK2
(RUX)® mg | LS., 1 H 211 20q, 2 N\), 26% T W&

- /AR >2 75 DLl 20 mg T 28 | %Y 50% LA LN
HET3H A7 45427 VEL
P4 1% AZA 25 mg/m® 55 1-5 H % #f
M (AZA 12 75 mg/m?® F THEE]
F!b)
Sotatercept PMF 14 A, ET | II | Sotatercept 0.75 ¥ 7z 1 1 mg/kg | 36% C Hb ¥4Il & i Ifil 4K | activin recep-
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PMF : primary myelofibrosis, PV: polycythemia vera, ET : essential thrombocytosis, AZA : azacitidin, SVR :
spleen volume reduction), CCR : complete cytogenetic response
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